Elliott and Dingley [9] in 1914 in consequence of an investigation of a series of post-operative cases. According to these writers the obstruction was due to increased secretion and swelling of the mucosa.
The condition of pulmonary collapse was frequently observed during the Great War in gun-shot wounds of the chest, and Rose Bradford [10] believed that it was due to spasm of the bronchial muscles. Chevalier Jackson and Lee [11] have also lent their support to the theory of bronchial obstruction, and record cases in which bronchoscopy and removal of mucus gave relief. It may be here noted that recovery in the cases of Jackson and Lee was unduly slow and nothing like so rapid as described by Woodburn Morison and myself.
No one will deny that bronchial obstruction (e.g., by a foreign body) will bring about pulmonary collapse from absorption of air imprisoned behind the obstruction, or through the obstructing foreign body acting like a ball-valve, but that this is the way in which massive collapse usually arises cannot, I think, be entertained seriously. To my mind, apart from any other consideration, the rapidity with which the collapsed lung can be re-inflated (as was done in the case described above, and has been described frequently in the literature) by causing the patient to take sudden and deep breaths (this is the object of the administration of carbon dioxide) completely disposes of such a theory of etiology. If the determining factor were a plug of mucus in the bronchial tree then deep inspirations would, by forcing the " plug " deeper into the bronchial tree, make matters worse rather than better.
In my opinion, the theory recently suggested by Woodburn Morison better than any other fits the conditions of onset, the course of the disease, and the effect of certain therapeutic measures. Woodburn Morison recalls the fact that the lung is in reality a muscular organ, and in his view the condition of massive collapse (he would prefer the term active collapse) of the lung "is a reflex disturbance of the sympathetic and vagus innervation of the lungs." Through over-action of the sympathetic, brought about by many causes, there results "dilatation of bronchi with cessation of the wave-like movement and a consequent accumulation of mucus. The balance between the sympathetic and vagus may be quickly restored and the condition rapidly clear up with return of cough and the expectoration of mucus. On the other hand, as the over-action of the sympathetic passes off, the vagus may reassert itself too strongly and cause a sudden spasm of the musculature, involving the whole lung, or a lobe of the lung or even, in rare cases, both lungs. It is not necessary to conceive of the spasm persisting any great length of time; it not only empties the lung tissue more or less of its air content, but when the walls of the alveoli and terminal bronchioles are brought into apposition the molecular adhesion effectively prevents the re-entry of air." With such a conception the suddenness of onset and the almost equal suddenness with which it disappears on deep inspiration are understandable. Woodburn Morison draws an analogy between the post-operative pulmonary collapse and the post-operative acute dilatation Qf the stomach.
[The skiagrams in this case were taken by Dr. Leggatt, radiologist to the East Intrathoracic Tuberculous Abscess as a Sequel to Pleurisy with Effusion.-LEONARD FINDLAY, M.D.
The patient is a boy, aged 6 years 2 months, who enjoyed good health till the age of 4i years, when he developed measles complicated by broncho-pneumonia.
Three months later (November, 1929) he was taken ill suddenly with pain in the left side of the chest and was admitted to the Evelina Hospital for Children on December 6, when a left-sided pleurisy with effusion was diagnosed. This was confirmed by X-ray examination and exploratory puncture, 30 c.c. of a straw-coloured fluid being withdrawn. No organisms were detected either in film or on culture of the fluid, but the cells composing the deposit were in great part (92%) lymphocytes.
While in the Evelina Hospital he developed scarlet fever and was removed to an isolation hospital on January 6, 1930. After recovering from scarlet fever he was transferred to the East Anglian Sanatorium, Colchester, where he remained for five months. On his return home he seemed perfectly well and attended school, but soon afterwards he commenced to lose weight and to suffer from night sweats, and for three weeks before coming under observation at the East London Hospital for Children, on May, 20, 1931, he had been troubled with a cough. On admission to hospital he was noted to be a spare but well-coloured and welldeveloped boy. Temperature, pulse and respiration were normal. Examination of the chest revealed impairment of percussion note at the right apex in front, and dullness with deficient respiratory movement at the left base behind. Grocco negative.
Physical examination otherwise negative. Mantoux positive. X-ray examination of the chest revealed a somewhat elliptical shadow of the size of a tangerine orange at the left base-this was slightly above the diaphragm and in contact with the chest wall suggesting an encysted collection of fluid-? empyema. There was no apparent disease of the ribs and the lung fields generally were normal.
The chest was explored posteriorly midway between the angle of the scapula and spine, with negative result, and again, just below the angle of the scapula, when 30 c.c. of a thick purulent material were removed: microscopically, this failed to reveal any cellular elements or organisms and no growth was obtained on culture. Three weeks later the chest was again explored, when 20 c.c. of the same thick purulent material were drawn off, and on this occasion a careful search discovered the presence of tubercle bacilli.
In the matter of terminology some might have preferred the title of empyema, or at least encysted empyema. There is little doubt that the lesion is probably situated in the pleura, but the term empyema suggests an accumulation of pus, and in this case, although the material removed by puncture had the naked-eye appearance of pus, it was devoid of all cells and pyogenic organisms: it was simply liquefied caseous material and identical with the contents of a cold abscess.
This sequel to pleurisy with effusion in childhood must, I think, be very rare, and it is on this account that I have brought it under the notice of the Section. Of 153 examples of pleurisy with effusion in childhood I have only known of one instance which had any similarities with this case. This affected a boy who came under my care at the age of 7 years, and who, after recovering and remaining apparently well for six months, was admitted to another hospital with what was diagnosed as tuberculous empyema. Unfortunately I have no details of the conditions found at this time.
Although one appreciates that pleurisy with effusion is of a tuberculous nature, and that the pleura is the seat of tubercles, it is in the lung that one anticipates a recrudescence. In the adult, according to Bowditch, Hedges and Cabot and Hammon [1] 30 to 40% of examples of pleurisy with effusion develop subsequently tuberculous lesions, most frequently in the lungs. Recrudescence of the mischief, however, either in the lungs or elsewhere, is rare during childhood. Dr. Stanley Graham [2] analysed in 1925 the after-histories of 56 cases of pleurisy with effusion admitted to my wards in the Royal Hospital for Sick Children, Glasgow, between 1914 and 1923 . Of these 56 cases 39 were traced. It was learned that 3 patients had died, 2 from general tuberculosis one year after dismissal from hospital, and the other as the result of an accident. 32 of the children had remained perfectly well since their discharge from hospital, and on examination the only abnormality detected was a slight degree of flattening of the side of the chest which had been affected. In four children there had occurred at a later date another evidence of tuberculosis: two developed spinal caries one year later, one abdominal tuberculosis seven years later, and one (the case mentioned above) tuberculous empyema. This represents a development of subsequent tuberculosis in 15% of the cases, contrasting with the 30 to 40% quoted above in the adult. This benignity of pleurisy with effusion in the child is also shown in the results quoted from Pirquet's clinique by Nobel and Steinebach [3] . These authors found evidence of subsequent tuberculosis in at most 10%.
From a search of the literature I have failed to find any instance of such a sequel as I report. Most writers when discussing the sequels to pleurisy with effusion deal chiefly with the subsequent development of pulmonary tuberculosis. A striking exception, however, is Hedblom [4] writing from the Mavo Clinic. This author has written extensively on what he calls tuberculous empyema, and it would be interesting to hear how his views appeal to the Members of the Section, and especially to our President, who has a unique experience of the manifestations of tuberculosis.
In Hedblom's most comprehensive communication on this subject he reviews 71 examples. In 13 of these the condition followed on a serous effusion-in five within one year and in three cases within 2, 3 and 9 years of the onset of the serous effusion. On what grounds he diagnosed tuberculosis it is difficult to say-tubercle bacilli were never discovered in the sputum when obtainable, he makes no mention of the bacteriology or cytology of the "pus," and one of the cases was in reality a pyopneumothorax due to rupture of a tuberculous focus in the lung. But when this author states that a serous pleurisy with effusion is apt to become purulent after it has been tapped several times, that any sterile empyema is probably tuberculous, and that empyema following artificial pneumothorax is most likely tuberculous, even although pyogenic organisms are present, I feel that his heterodoxy is ill founded.
References.-I11] Osler's " Principles and Practice of Medicine," 1915. L2] Graham, Glasgow Med. Jo'trn., July, 1925, civ, 1. [3] Nobel and Steinebach, Zeit. f Kinderheil., 1922, xxxi, 98. [4] Surg., Obs!et. and Gyn., 1922, xxxiv, 445. Dermatomyositis.-J. H. SHELDON, M.D., and WILFRID SHELDON, M.D.
The patient, a girl aged 9 years, is the third of four children. The other children and the parents are alive and well. There have been no miscarriages.
The patient was born at full term, and her development during infancy and early childhood was quite normal. A photograph taken at the age of 16 months shows a plump and healthy child. Measles occurred at 15 months and whooping-cough at 5 years. At the age of 7 years the child had an illness which was diagnosed as scarlet fever, but the mother states that the rash was like a nettle rash, and there was no peeling.
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FIG .1
The child's health began to fail after this illness of "scarlet fever." Within a short time the ankles became painful and swollen, and the condition was called scarlatinal rheumatism. Stiffness of the joints then developed, and has been a constant symptom since that time, During the following year the child became moody and quiet and did not play with other children, although she continued at school until February, 1931, when she had influenza. She did not receive medical attention during this illness, but a few days la-ter her hair began to fall out " in lumps." A pink discolouration round the eyes and of the hands and feet has been noticed since the scarlet fever.
Present condition.-The child is thin, weighing only 39 lb. The hair of the scalp has been almost completely lost, but is now beginning to grow again and is sparse and dry. Both eyes are surrounded by a halo of pink skin which is due to
